neededanimal modelsof affectivedisorder.To this end we have sought and found evidence for a causal connection between Cushings syndrome and the apprearance of a depressive illness (Kelly et a!, 1980 and 1983) . Whether or not hyperthyroidism can cause a manic depressive illness is at present uncertain.
Reported values for the incidence of depression in hyperthyroidism vary from 1â€"20 per cent (Bursten, 1961; Clower et al, 1969; Dunlap and Moersch, 1935; Johnson, 1928; Katzenelbogen and Luton, 1935; Kleinschmidt et al, 1956; Lidz and Whitehorn, 1949) and these are similar to estimates of the incidence of depression in a general population (Watts et al, 1964; Shepherd et al, 1966; Crombie, 1974; Brown and Harris, 1978) . Similarly estimates of the incidence of hyperthyroidism in depressed patients are around 1 per cent (Bursten, 1961; Bluestone, 1957; Martin, 1963) which is also similar to the incidence of hyperthyroidism in the general population (Tunbridge et a!, 1975) . Finally in a population of patients with recurrent manic depressive illness, the eight observed episodes of hyperthyroidism striking during normal health were not apparently followed by any mental disturbance (Checkley, 1978) . We now report upon a patient in whom two episodes of mania coincided with two episodes of hyperthyroidism and discuss the possibility that the two illnesses were related to each other.
Case report J.M. is a Jewish female who has a family history of thyroid disorder. She was noted to be mildly hydrocephalic at birth, but was not handicapped in any way.
Her psychiatric illness began at the age of 46 with no apparent precipitating life events. Her husband complained that she had lost 14 pounds (6.3 kg) in weight over the preceding two months, and that for one week she had been more active and more talkative than usual. She had displayed a decreased need for sleep, sexual disinhibition, reckless generosity and exaggerated emotionality. She had also become very irritable, and had been physically violent.
On admission to hospital she showed marked overactivity and destructive behaviour. She exhibited pressure of speech, and was euphoric and argumenta tive in mood. She had experienced no abnormal perceptions, but believed that her heart was being controlled by a doctor using a bleeper which he had implanted in her chest. She was orientated in time and space but distractable and unco-operative with full cognitive testing.
Physical examination revealed the presence of a smallgoitre, as well as bilateral lidlag, fine tremor, and tachycardia. Serum thyroxine (â€˜F4) level was elevated A4iagnosis of manic disorder (Spitzer et a!, 1977) and hyperthyroidism was made and treatment was instituted using halopendol only. A rapid disappear ance of the manic disorder was observed, and simulta neously thyroid function tests returned to normal values over a time course of four weeks. Several brief depressive episodes followed, one of which required treatment with nortriptyline. After complete recovery J.M. was unable to recall any symptoms of hyperthy roidism other than weight loss occurring before the onset of her manic disorder. She remained well for four years and received no medication. However following the accidental death of her grandson she once more became overactive and over-talkative, she needed less sleep, lost seven pounds (3 kg) in weight, and was described by her husband as tense and irritable but â€˜¿ not as bad as last time'. There were no reports of reckless generosity or of sexual disinhibition. Mental state examination revealed features consistent with a hypomanic disorder (Spitzer eta!, 1977) ; she exhibited pressure of speech, and had a labile, irritable mood without euphoria. There was no evidence of abnormal beliefs or experi ences, and no evidence of cognitive impairment. episodesof hyperthyroidismat T.
made a rapid recovery when treated with haloperidol, after which she developed a depressive disorder which responded well to treatment with amitriptyline. She remained weilfor a further year when, following a minor assault in the street, she became overactive and over-talkative, she needed less sleep and began to spend recklessly. She also reported the loss of 14 pounds in weight, which had begun before the incident in the street. She was again suffering from a manic disorder (Spitzer et a!, 1977) . She had the belief that she was being followed by the youths who had assaulted her, but there was no evidence of abnormal perception, she was oriented in time and space, but un cooperative with full cognitive testing.
Physical examination revealed a fine tremor, tachycardia, and an exaggeration of speed and strength of tendon reflexes. The serum total T was elevated at 229 nmol/l as was the serum free at 46 nmol/l (normal range 13â€"30 nmol/l). Serum T3 was within normal limits at 3.0 nmol/l. She was treated with haloperidol only and a rapid resolution of her manic disorder occurred over a period of three weeks, and over the same period her thyroid function tests returned to normal values. She then developed a depressive illness which responded well to treatment with desipramine.
She is currently well and not receiving treatment.
Discussion
The literature contains several reports of cases in which a single episode of mania has coincided with an episode of hyperthyroidism (Bursten, 1961; Dunlap and Moersh, 1935; Katzenelbogen and Luton, 1935) .
The probability of two relatively common illnesses occurring together by chance is not small, and these reports cannot be interpreted as suggesting a causal link between thyroid disorder and affective illness.
However, we have observed our patient through three episodes of manic disorder, during two of which but apparently on no other occasions she has exhibited SHEPHERD 
